Abstract A 39 year old woman presented with a short history of bloody diarrhoea. She subsequently developed microangiopathic haemolysis, platelet consumption, and renal impairment.
Gastrointestinal ischaemia, like many other diseases, may mimic inflammatory bowel disease at presentation. Microvascular occlusion in the haemolytic-uraemic syndrome may cause acute colitis,'2 and in paroxysmal nocturnal haemoglobinuria small bowel ischaemia has been described. 3 We report a patient with thrombotic thrombocytopenic purpura who presented with small bowel involvement that was clinically indistinguishable from Crohn's disease. infective or inflammatory colitis following one week of bloody diarrhoea, colicky abdominal pain, vomiting, and fever. There was no other history of note and she was not taking oral contraceptives or any other medication. Initial investigations showed a leukocytosis (27.3x 109/1), a normal haemoglobin concentration (14-7 g/dl) and platelet count (262 x 109/l), and hypoalbuminaemia (31 g/l). Other investigations including stool cultures were normal. She was rehydrated intravenously and, because of her toxic state, intravenous cefuroxime, metronidazole, hydrocortisone (100 mg four times daily) were begun.
Four days later the fever and diarrhoea continued and she became uncharacteristically agitated. Her urine output fell to 400 ml per 24 hours despite adequate rehydration, and there were increases in plasma urea (19-7 mmol/l) and creatinine (220 ,tmol/l). This was associated with microscopic haematuria, a fall in haemoglobin In this patient disseminated intravascular coagulation was our initial haematological diagnosis and the radiological findings led us to Crohn's disease with an abscess as the underlying cause. However, the disproportionate severity of the thrombocytopenia and microangiopathic haemolysis compared with the degree ofcoagulation disturbance is suggestive of thrombotic thrombocytopenic purpura. This is supported by the clinical course and the histological finding of microvascular mixed thrombi containing platelets, both in the resection and post mortem specimens. In disseminated intravascular coagulation the thrombi are largely or wholly composed offibrin. Also, the initial improvement seen in this patient may have been due to the fresh frozen plasma she was given, which is effective in treating some patients with thrombotic thrombocytopenic purpura when used alone. 7 The alternative diagnosis is adult onset haemolytic uraemic syndrome in which the above described pentad offeatures of thrombotic thrombocytopenic purpura can be seen. The major differences are that early multiorgan involvement and a fulminant course are features more of thrombotic thrombocytopenic purpura than haemolytic uraemic syndrome, however the histopathological findings of affected organs are identical.5 Indeed, there may be some overlap between the two conditions. Neurological manifestations, when seen, tend to occur late in the course of haemolytic uraemic syndrome. In this patient, although florid neurological features (drowsiness and fits) did not occur until 23 days after presentation, she was uncharacteristically agitated on day 4 . At the time steroid induced psychosis was considered a possible cause, but her agitation resolved with clinical improvement in spite ofcontinuing high dose steroid treatment. In retrospect, this was probably early cerebral involvement by thrombotic thrombocytopenic purpura. Finally, although colitis has been described in haemolytic uraemic syndrome,' 2 presentation-with small bowel ischaemia alone has not.
The isolation of certain bacteria and viruses in cases of thrombotic thrombocytopenic purpura has led to the suggestion that an infective aetiology may be important7 and there is evidence that exacerbations of recurrent thrombotic thrombocytopenic purpura are linked to episodes of infection.89 Moreover, in haemolytic uraemic syndrome there are strong links with gastrointestinal infections such as verocytotoxin producing E coli'°and shigellal" Therefore, yersinia infection may have precipitated thrombotic thrombocytopenic purpura and linked the pathological process to the terminal ileum in this case. Against this, the histology of resected ileum showed microvascular occlusive disease identical to that in the post mortem kidneys, typical of thrombotic thrombocytopenic purpura, and with no specific features to suggest recent infection. The normal platelet count at presentation might favour the initial diagnosis of yersinia infection, but this is recognised in thrombotic thrombocytopenic purpura.4
Evidence of gastrointestinal involvement in thrombotic thrombocytopenic purpura, as in the haemolytic-uraemic syndrome, is surprisingly common; up to 30% ofpatients having abdominal pain at presentation.' This abdominal pain has been ascribed to pancreatitis secondary to occlusion of pancreatic arterioles. 12 However, vascular occlusion of the colonic wall'3 and massive gastro-oesophageal haemorrhage ' 
